A lthough the importance of congestion in the disease progression of heart failure has long been recognized (1), much has focused on how cardiac impairment can lead to renal dysfunction. Over the past decade, there is increasing recognition that the ability of the kidneys to compensate for fluid overload can be influenced not only by reduced arterial perfusion or underlying intrinsic renal abnormalities, but also by increased venous pressure (2-4). However, unlike the heart, the lack of reliable bedside tools that can provide insights 
A lthough the importance of congestion in the disease progression of heart failure has long been recognized (1) , much has focused on how cardiac impairment can lead to renal dysfunction. Over the past decade, there is increasing recognition that the ability of the kidneys to compensate for fluid overload can be influenced not only by reduced arterial perfusion or underlying intrinsic renal abnormalities, but also by increased venous pressure (2) (3) (4) . However, unlike the heart, the lack of reliable bedside tools that can provide insights into real-time renal physiology has somewhat limited our abilities to better understand the factors contributing to cardio-renal syndrome. To date, clinicians rely on surrogates of venous congestion that are primarily inferred by structural and vascular flow abnormalities in the right heart, inferior vena cava, or hepatic veins ( Figure 1 ) (5-7). Although there have been promises of directly quantifying renal perfusion using ultrasound contrast, they are yet to be clinically applicable (8) .
Being a versatile, noninvasive tool for evaluating abnormal renal artery stenosis or obstructive uropathy, renal Doppler ultrasonography has rarely been investigated for profiling renal hemodynamics in the setting of heart failure. Recent reports have suggested that estimating the degree of arterial renal blood flow with the renal resistive index may identify higher-risk patients with heart failure (9,10). Meanwhile, a low intrarenal venous impedance index (VII) calculated from the renal venous waveforms has been associated with raised renal interstitial pressure caused by non-heart failure conditions such as acute ureteral obstruction (11, 12) or diabetic nephropathy (13) . In this issue of Health (R01HL103931 and R01DK106000). Dr. Kitai has reported that he has no relationships relevant to the contents of this paper to disclose. 
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